patient (case 2) died, it was conceded that the recurrences were confined to the chest wall and possibly in the left supraclavicular fossa. It would hardly have been the development of this syndrome which precipitated her death. The following case report illustrates that the development of this syndrome does not necessarily portend a gloomy prognosis.
A 41-year-old woman presented in December 1971 with a T 3NoM o carcinoma of the right breast. She underwent simple mastectomy followed by postoperative radiotherapy to the operation scar, the parasternal region and the right axilla. She was well till February 1976 when she developed unexplained right vocal cord paralysis. In October 1976 she started complaining of pain in her right shoulder and the right arm; and in September 1977 she developed dysphagia. No abnormality was noted endoscopically or on barium studies. A right-sided Horner's syndrome was noted in June 1978. A chest X-ray showed a paralysed right hemidiaphragm, which was confirmed on screening. A right cervical rib was noted too, as on previous occasions. In May 1979 she lost the use of her right upper limb. Twelve months later she went on to develop partial Brown-Sequard syndrome, which progressed to tetra paresis just prior to her death in July 1980. Unfortunately no post-mortem was held.
It took 28 months for the full syndrome to develop in the woman and a further 25 months elapsed before she died. The presence of a cervical rib on the affected side and the absence of any detectable metastatic spread of her tumour prevented recognition of the true cause of her signs and symptoms, thereby depriving her of any specific treatment. It was only towards the end of her life that metastases to the lower deep cervical group of lymph nodes were considered as a cause of her signs and symptoms. ( As a practising neuro-otologic surgeon, I, along with my colleagues, frequently perform lumbar puncture in the office in order to remove 1 ml cerebral spinal fluid and to instil I ml Pantopaque dye to confirm the presence or absence of a small acoustic neuroma or other lesion within the internal auditory canal. We have routinely used a 24G spinal needle alone for the entire procedure. Hundreds of patients have undergone this type of procedure and less than 5% develop any spinal headache.
Although patients are advised to restrict their activities for the remainder of the day, the majority go ahead with their usual activities with no ill effects, Use of a 24G needle requires no unusual training. Simple observation of the procedure being done once or twice is all that is required. Use of a 3 ml syringe to aspirate cerebral spinal fluid is necessary, and care must be taken to avoid breaking a glass syringe by. exerting too great a pressure while instilling the thick Pantopaque.
Dr Casey is to be commended for his explanation and support of this technique. Sincerely Dear Sir, We hope that the correspondence initiated by the case report of Wren and co-Workers (September 1981 Journal, p 688) is a sign of interest in this topic. We would therefore like to make a few comments to prevent any misunder-, standing of our data, and refer particularly to Dr Goulding's letter (July 1982 Journal, p 565).
Our data are derived from the clinical, laboratory and partly morphological observations of 168 patients with acute organophosphate intoxication. There is no doubt that organo-phosphates can be absorbed through intact s~in and cause severe intoxication even after very bnef contact (Brachfeld & Zavon 1965) . In our seriesthe largest so far reported in the literature -of 56 cases with arrhythmias, first degree A V block was present in 2 and complete heart block in 3 cas~s despite atropine and pralidoxime therapy (Kiss & Fazekas 1979). The same observation has also been made by others (Namba et al. 1970 We. have reported a case in which congestive cardiomyopathy developed during a seven-year professional exposure to organophosphates in a patient whose cholinesterase enzyme activity was normal or only 'slightly elevated (Fazekas & Kiss 1980) . Besides a dose-effect relationship, the biological long-term effect of the poison may exist (Gibel & Lohs 1975) , i.e. after repeated exposure the functional and/or morphological consequences are cumulated. Thus a lack of hygienic precautions in the use of any organophosphate may lead to intoxication, irrespective of the proprietary product being used.
In conclusion, the above-mentioned data indicate the absolute necessity for precautions to be taken by users of organophosphates, and for studies to be carried out on their chronic and delayed effects. The relationship between the exposure and the consequences is not always obvious at the time the latterare observed. 
